Tracheobronchial chondritis is an unusual presenting feature of relapsing polychondritis carrying a poor prognosis.' We report a case of rapidly progressive tracheobronchial chondritis leading to tracheal collapse within two months of presentation that emphasises the need for early diagnosis and treatment.
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Case report A 71 year old woman, an ex-smoker and previously well, presented in late June 1983 with a six week history of productive cough, hoarseness, and arthritis of the right knee. Examination showed a harsh expiratory wheeze when she coughed and laryngobronchoscopy showed supraglottic mucosal swelling and a cobblestone appearance of the trachea and major bronchi. Histological examination of the tracheal mucosa showed nothing abnormal and cultures of bronchial aspirate were negative.
At the end of July 1983 she developed breathlessness, wheeze, inspiratory stridor, and dysphagia, with a weight loss of 1 kg. A barium swallow was normal. Tinnitus was present and she was found to have bilateral mixed conductive and high tone (8000 Hz) nerve deafness. A perforation of the nasal septum was noted and shortly after this she developed painless collapse of the nasal bridge. Biopsy of the nasal septum showed the presence of active chondritis and confirmed the diagnosis of relapsing polychondritis. Tenderness and swelling of the proximal interphalangeal joints of both hands were noted. There was no clinical evidence that the rib cage was affected.
The erythrocyte sedimation rate was 68 mm in one hour, haemoglobin concentration 10-4 g/dl, and white blood count 9-0 x 109/l (with normal differential count). The serum urea and electrolyte concentrations were normal; total serum protein was 63 g/l and albumin 31 g/l. The results of the Rose Waaler, latex, antinuclear factor tests. were negative and antibodies to gastric parietal cells, pancreatic islets, smooth muscle, and mitochondria were absent. Venereal disease research laboratory and Treponema pallidum haemagglutination assay tests gave negative results. IgG antibodies to human fetal cartilage matrix were detected by immunofluorescence (titre 1/16). A chest radiograph showed normal lung fields with tracheal narrowing evident on tomography.
There was a greatly reduced FEV, of 0X6 litre (40% predicted) and a normal forced vital capacity (FVC) of 1-7 1 (80%), with a low airways conductance of 0 66 s-' kPa-' 
